Amniotic fluid embolism is rare but is one of the most catastrophic complications in the peripartum period. This syndrome is caused by a maternal anaphylactic reaction to the introduction of fetal material into the pulmonary circulation. When amniotic fluid embolism is suspected, the immediate application of extracorporeal mechanical circulatory support such as veno-arterial extracorporeal membrane oxygenation (ECMO) or cardiopulmonary bypass should be considered. Without the application of extracorporeal mechanical circulatory support, medical supportive care might not be sufficient to maintain cardiopulmonary stabilization in severe cases of amniotic fluid embolism. In this report, we present the case of a 36-year-old pregnant woman who developed an amniotic fluid embolism immediately after a cesarean section. Her catastrophic event started with the sudden onset of severe hypoxia, followed by circulatory collapse within 8 minutes. The veno-arterial mode of extracorporeal membrane oxygenation was initiated immediately. She was successfully resuscitated but with impaired cognitive function. Thus, urgent ECMO should be considered when amniotic fluid embolism syndrome is suspected in patients presenting acute cardiopulmonary collapse.
Editorial
During the surgery, 2800 mL of crystalloids and 600 mL of colloid were administered. Intraoperative blood loss was 600 mL, and urine output was 500 mL. Shortly after extubation, she suddenly became breathless and cyanotic.
Oxygen saturation according to pulse oximetry was 75%
and decreased to 40%. She was reintubated promptly and placed on mechanical ventilation with 100% oxy- . BUN was 27.0 mg/dL, and creatinine 0.88 mg/dL. On the third day in the ICU, the patient was weaned off ECMO, and a chest radiograph revealed a reduced extent of consolidation and improved aeration in both lungs (Fig. 4) . On the patient's seventh day in the ICU, a tracheostomy was performed in anticipation 
Discussion
The specific clinical menifestations of amniotic fluid embolism are respiratory distress, cardiovascular collapse, encephalopathy and consumptive coagulopathy.
[5] Respiratory distress is sudden in onset, abruptly deteriorates and severe hypoxia is accompanied. The early hypoxia is associated with a serious mismatch of ventilation and perfusion caused by severe right heart failure. [2] It has been proposed that amniotic fluid embolism is more of an immunologic than an embolic phenomenon. Encephalopathy is a common neurological symptoms in patients with amniotic fluid embolism and is provoked by hypoxia and decreased oxygen delivery to the brain.
[3] However, brain CT was negative for lesions, and only magnetic resonance imaging (MRI) revealed a diffuse cortical injury in the patient of the present report. In cerebral fat embolism syndrome, lesions are not apparent in brain CT, but MRI shows a "star field" appearance, [9] indicating multiple foci of restricted diffusion. It is possible that tiny masses fat tissue that pass through pulmo-nary capillaries cause brain lesions which are not detectable by CT but are detectable by MRI. If this is the case, the same may be possible in amniotic fluid embolism. In some patients with amniotic fluid embolism, encephalopathy may be due to embolization of amniotic debris rather than hypoxia or ischemia of the brain.
In conclusion, ECMO should be considered as an initial option to save the life of a patient with amniotic fluid embolism who develops cardiopulmonary collapse.
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